of haemodynamic instability, dialysis could not be carried out. The patient had a cardiorespiratory arrest and died after 60 h in hospital. DISCUSSION Various drugs have been implicated in causing acute haemolysis in G-6-PD deficiency3 but some authorities believe infection to be a more common precipitant4. Amongst the poisons, arsine gas produced during smelting and refining of metals and absorbed through the lungs, is known to cause haemolysis with anaemia, haemoglobinuria and haematuria5.
Our patient had denied exposure to any drug that is known to result in haemolysis, nor was any such drug given during his hospital stay. Might aluminium phosphide itself have caused the haemolysis? Theoretically it could have, being a redox substance. A search of the published work, however, revealed no report of acute haemolytic crisis in aluminium phosphide poisoning.
The patient also had severe metabolic acidosis. In G-6-PD deficient individuals, diabetic ketoacidosis can result in haemolysis6; hence, metabolic acidosis accompanying aluminium phosphide poisoning could have been responsible for the acute haemolytic episode. However, no evidence of acute haemolytic crisis had been earlier published elsewhere or reported from our institution amongst more than 1500 cases of acute aluminium phosphide poisoning associated with severe metabolic acidosis and shock.
In view of these facts, we judge that the underlying cause of haemolysis in our patient was G-6-PD deficiency. Therefore aluminium phosphide should be added to the ever-increasing list of chemical substances causing haemolysis in glucose-6-phosphate dehydrogenase deficiency. Systemic lupus erythematosus is an uncommon multisystem disease which generally presents with fever, arthralgia, skin involvement and malaise. We describe the case of a child in whom the first symptoms were abdominal.
CASE HISTORY
A 15-year-old Indonesian girl attended a paediatric clinic with cervical lymphadenopathy, abdominal pain, malaise and anorexia. She looked well and her axillary temperature was 36.80C, but she had a red throat with palatal petechiae and the descending colon was palpable. Blood examination revealed leucopenia (total white cell count 3.0 x 109/L, normal range 4.0-7.0) and lymphopenia (lymphocyte count 0.46 x 109/L, normal range 1.0-4.5). There were atypical lymphocytes but throat swab, Monospot, and serology for Epstein-Barr, cytomegalovirus and toxoplasmosis were negative.
3 weeks later she was admitted with increasing abdominal pain and distension, vomiting and constipation. She was withdrawn and depressed to an extent that seemed out of proportion to her physical signs. On examination she did not look acutely unwell but she had lost 3 kg in weight over the 3 weeks. Investigations revealed erythrocyte sedimentation rate of 90mm/h, serum amylase 528 IU/L (normal range 70-300), persisting lymphopenia faeces in the large bowel. In view of her continuing anorexia, vomiting and weight loss, she was fed parenterally. Further investigations, during pyrexial episodes, excluded infectious causes.
1 week later increasing abdominal distension developed and a plain abdominal X-ray showed pronounced dilatation of the small and large bowel. A radiocontrast enema suggested intussusception. At laparotomy the bowel dilatation was confirmed but there was no evident anatomical obstruction, mesenteric lymphadenopathy, or other intra-abdominal disease.
Further investigations showed a high titre of doublestranded DNA antibodies (220 IU/mL); systemic lupus erythematosus was diagnosed and oral prednisolone induced clinical remission. Her course was complicated by pneumococcal sepsis and pericardial and pleural effusions. After pulsed methylprednisolone (500mg daily for 3 days), and with hydroxychloroquine continuing (200 mg twice daily), she was discharged home on a reducing dose of oral steroids, having been in hospital for 2 months. COMMENT 15% of patients with systemic lupus erythematosus present in childhood, and the disease especially affects females and orientals. The gastrointestinal tract is a frequent yet underrecognized site of complications1, the symptoms often being overshadowed by rash and arthritis2. Systemic lupus erythematosus can simulate an acute surgical abdomen3, with peritonitis, pancreatitis and bowel perforation4. Intestinal pseudo-obstruction (ineffective intestinal propulsion) has been described in other connective tissue disorders but we have found only one documented case report in systemic lupus erythematosus, in an adult5.
The pathophysiology of intestinal pseudo-obstruction is likely to be related to a vasculitic process in the small and large intestine4, leading to atrophy and degeneration of the media, fibrinoid necrosis of vessel walls, thrombosis, phlebitis and monocyte infiltration in the lamina propria. Perhaps this vasculitic process affects gut hormone release, interferes with the enteric nervous system or simulates a smooth muscle myopathy.
